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drug clorgyline. Type B enzyme (or enzymes) deaminates only dopamine and is
inhibited by deprenyl.
The clinical papers include presentations and discussion by pioneers in the use of
monoamine oxidase inhibitors in clinical states. Pare's observation that some bipolar
depressions respond only to monoamine oxidase inhibitors is in accord with some
clinical observations made at Yale by Himmelhoch and Detre. There is an interesting
presentation and discussion on the issue of platelet monoamine oxidase activity in
schizophrenia. The original observation by Murphy and Wyatt (decreased platelet
MAO activity in chronic schizophrenia) continues to be controversial.
Overall this is an excellent, up-to-date, concentrated treatment of the status of
basic and clinical psychiatric work on the subject of monoamine oxidase inhibition.
MALCOLM B. BOWERS, JR.
Department ofPsychiatry
Yale University School of Medicine
EXPERIMENTAL ATHEROSCLEROSIS IN RABBITS ON DIETS WITH MILK FAT AND
DIFFERENT PROTEINS. By Ruud Hermus. Forest Grove, Oregon, ISBS, Inc., 1976. 225
pp. $12.00 (paperbound).
The present volume is the doctoral thesis in English of Ruud Hermus, who
graduated from the Department of Human Nutrition, Agricultural University,
Wangeningen, The Netherlands, in 1975.
One is conscious at once in reading this treatise of the thesis form. There is an
eighty-four-page background section covering the importance of cardiovascular
disease, the morphology, pathogenesis, and epidemiology ofatherosclerosis, theories
of atherogenesis, risk factors for developing coronary heart disease, and an extensive
review of experimental and clinical observations on the putative relationships of
dietary fats, cholesterol, proteins, and carbohydrates to the establishment of experi-
mental atherosclerosis in animals or coronary heart disease in man.
The reader thereby is amply assured that the author, before he commenced his
investigations, has made a selective review of the vast subject at hand. He accepts the
injury-lipid infiltration-repair theory of pathogenesis, accepts all the commonly
described risk factors, and stresses especially, since this is his field, the time-wearied
observations that fats, cholesterol, and other dietary constituents may be associated
with increased incidence of coronary heart diesase in man or with experimental
atherosclerosis in laboratory animals.
As a student of agriculture and nutrition the author is interested particularly inthe
role ofmilk constituents in experimental atherogenesis. Cholesterol and fatty acids of
various chain-lengths claim his attention most, but as the experiments progress,
protein components of the diet are recognized as an important, if not basic, link in
the nutritional pathogentic sequence under study.
To investigate the effects of milk constituents on blood lipids, young Dutch Belt or
cross-bred white rabbits were used in a series of five major experiments. These
experiments or their variations lasted from weeks up to a year and involved several
hundred animals. The basic diet utilized was styled semi-synthetic and provided
calories as follows: 23% protein (casein), 36-40% fat (varied with the experiment),
and 33-37% starch plus mineral, vitamin, and inorganic ion supplements. The first
experiment indicated that butyric acid, fed in the same amounts as coconut oil orstarch, did not produce excess hypercholesterolemia, tissue lipids, or arterial lesions.
Coconut oil added to the basic, semi-synthetic diet led to the largest increase in serum
cholesterol. The degree ofexperimental atherosclerosis present after six months was
not significantly different with the different fats. It was felt that the results with
butyric acid support the claim that fatty acids with a chain length shorter than 12 do
not influence blood cholesterol or blood fatty acids to any significant extent.
In experiment 2, the effects ofaddinglarge amounts of coconut oil to the basic diet
were compared with additions isocalorically of butter oil or of simulated butter oil
with or without cholesterol. Serum cholesterols were higher in the butter oil-fed
animals than in the coconut-oil or the simulated butter-fed groups. If cholesterol
were added to the latter diet, blood cholesterol rose. In rabbits it was not surprisingly
concluded that most of the hypercholesterolemic effect of butter oil is due to its
cholesterol content. It was also concluded that the hypercholesterolemic levels of the
rabbits in this series correlated with the degree of aortic atherosclerosis. But
accompanying triglyceridemia did not so correlate. Under the conditions of experi-
ment 2 it was further concluded that 90 mg/ 100 ml serum is the minimal level of
cholesterolemia for the establishment of experimental atherosclerosis in rabbits.
In experiment 3, the basic semi-synthetic diet was changed to improve the general
condition of the experimental animals and to reduce mortality. The main change was
to substitute a protein mixture for casein, a mixture whose amino acid content was
more like that ofacceptable rabbit chow. Food intake, body weight gain, and general
health proved more satisfactory with this major alteration.
In experiment 4 the influence ofprotein source was further investigated in addition
to the effects of various dietary fats. With the new mixed protein base, coconut oil
supplements caused a small increase in serum cholesterol, while butter oil, or butter
oil with added soya bean oil, or simulated butter oil with cholesterol did not.
Mortality from intercurrent infection was nearly eliminated. Replacing the animals
on the casein diet resulted in a rapid loss of weight and a steep increase in serum
cholesterol.
It was concluded from experiment 5, in which variations of protein mixtures were
tested in combination with coconut oil feeding, that no absolute amino acid
deficiency is caused by casein feeding, but actually casein may be providing an
unfavorable excess of certain acids to account for its deleterious effects.
In several of the experimental groups serum lipoproteins were investigated. There
were no startling finds here. With moderate increases in serum lipids, pre- 1 and /-
lipoproteins increased.
Supplementary observations on the esterification of cholesterol (lecithin: choles-
terol acyl-transferase activity) raised the possibility that a deficiency in this regard
might be implicated in cholesterol accumulation in erythrocytes, leading to the
progressive anemia observed in some animals. Also an isotopic cholesterol turnover
study was interpreted to indicate cholesterol segregation into a two-pool body
system. The results led to the belief that the casein semi-synthetic diet causes a defect
in fecal excretion of cholesterol.
In conclusion this thesis is valuable as just that. It represents a large amount of
study, conscientious experimentation, and the accumulation of much data. Most of
the observations are of a confirmatory nature, and may be added to the vast stores of
literature on the relation of diet to hypercholesterolemia and experimental athero-
sclerosis in animals. Experimentation provides experience, experience provides
judgment, and experience andjudgment together lead to wisdom. The author must
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have felt this keenly in the course of his work-as individual animals varied
enormously, as they lost wieght, became anemic, or died from infection; as results so
often almost confirmed or did not confirm expectations or hypotheses. The work is
valuable, because there are many facts supported by valid technique, design, and
analysis. It is a good thesis for younginvestigators in biology or medicine to study. It
would be interesting also for anyone in the field of atherosclerosis research to
compare this thesis with the recent piece in the New EnglandJournalofMedicine by
George V. Mann, 1977, Vol. 297, No. 12, Sept. 22, pages 644-650, entitled,
"Diet/Heart: End of an Era."
LEVIN L. WATERS
Department of Pathology
Yale University School of Medicine